A study by Stroud et al on a transgenic mouse (cGATA6-Cre/ Alk3) in which a bone morphogenetic protein receptor had been conditionally deleted in the atrioventricular (AV) canal, reported a "dual" AV node in some of the mutants. 1 Interpretation focused on the hypothesis that disrupted bone morphogenetic protein signaling had prompted fibrosis, causing separation of the node into 2 components. This explanation follows from the group's earlier work on the LacZ-ccs mouse in which it was proposed that the AV conduction system (CS) develops from a single contiguous structure specified early in cardiac morphogenesis. However, an alternative hypothesis is worth consideration: namely, that the AV-CS may develop from independent modules that establish mature patterns of electrical linkage during cardiac development. The observed "dual" node could thus represent a failure of coupling between distinct AV-CS components.
